In 1964, de Grouchy described the clinical picture associated with partial monosomy for No. 18 chromosome due to a deletion of part of the long arms (de Grouchy et al., 1964a, b) . Subsequent case reports have confirmed a phenotypic similarity in individuals with this deletion.
Edwards and associates (1960) described a new autosomal trisomy, that of chromosome 18. Since their report, there have been many similar cases de- scribed. However, there have also been several cases reported of partial trisomy for No. 18 chromosome due to translocation of part of this chromosome on to another autosome.
We are reporting a family in which there is both a monosomic and a trisomic condition for a portion of the long arms of No. 18 chromosome transmitted through three generations by balanced carriers.
Climncal Findings Case III.1 (date of birth 30 April 1968) . The proband of this family ( Fig. 1) is a male infant who was admitted to Rhode Island Hospital at 2 months of age for investigation of failure to thrive. He was the product of a full-term pregnancy of a Gravida 1 Para 0 unmarried female who had taken two types of unknown abortifacients during the 6th to 9th week of gestation. Paternal identity was withheld. The infant was born by spontaneous breech delivery, weighing 3570 g. with a good Apgar rating at 5 minutes.
On examination he was found to be a pale, scrawny, irritable infant with mild dehydration and poor subcutaneous fat. His weight was 3884 g., height 58 cm., and head circumference 38-5 cm. His head was scaphycephalic; he had a flattened nasal bridge with small nose, epicanthic folds, brushfield spots, thin lips with downtumed corners of the mouth, and a high arched palate. The ears were low set, soft, small, and flat, with minimal hypertrophy of the antitragus and absence of the bifurcation of the antihelix. There was mild retraction of the mid-face. His neck was short;
Received 20 April 1970. the nipples were widely spaced. Examination of the extremities revealed fusiform fingers, clinodactyly of the fifth digit, a proximal take-off of the thumbs, forefoot adduction of the left foot, mild bilateral pes cavus, and a wide space between the first and second toes. He had a protuberant soft abdomen and a low pitch hoarse cry. He was mildly hypotonic. There was a grade I/VI soft systolic murmur at the pulmonary area. He was unable to follow an object with his eyes; he could not raise his head off the bed in a prone position.
During his hospital stay he was noted to be a slow feeder and frequently regurgitated small amounts of his feeding. Stools were normal. Irregular respiratory rhythm was noted with apnoea for up to 10 seconds during sleep.
Initial laboratory studies revealed a normal intravenous pyelogram, skull x-ray, upper gastrointestinal series, and chest x-ray. Lumbar puncture, serum electrolytes, stool culture, and electroencephalogram were normal. Haemoglobin was 11-5 g./100 ml. Blood was drawn for chromosomal analysis and he was discharged with the diagnosis of acute gastroenteritis.
The child was readmitted to hospital at 4 months of age with a 2-month history of failure to thrive associated with diarrhoea and projectile vomiting. He had been on Similac, farina, strained solid foods, Vi-Penta,* Ilosonet 50 mg. three times a day, ascorbic acid twice a day, and a trial of Bentyl with phenobarbitalt without effect.
Examination revealed a hypotonic, emaciated moderately dehydrated infant with generalized redundant skin, hyporeflexia, and protruding tongue, in addition to the features mentioned above. His developmental age was I to i his chronological age.
Laboratory studies revealed the following: upper gastrointestinal series showed flocculation of opaque media, consistent with malabsorption; bone age normal; blood urea nitrogen 14 mg./100 ml.; calcium 4-9 mEq/l.; phosphorus 4-9 mEq/l.; electrolytes normal; fasting blood sugar 77 mg./100 ml.; serum thyroxin 40 stg./ 100 ml.; prothrombin 83%; carotene 3 ,ug./100 ml.; (Moorhead et al., 1960) . The results are depicted in the family pedigree (Fig. 3) and summarized on Table I .
Two members (I. 1, II. 9) of the pedigree (Fig. 4 (Fig. 6 ).
Dermatoglyphics. Examination of dermatoglyphs revealed bilateral single palmar creases to be present in 2 out of 3 cases of partial trisomy, and a unilateral single palmar crease was present in 1 out of 2 cases of balanced translocation. Bilateral simian creases are rare in normal individuals. They are seen in Down's syndrome (Beckman, Gustavson, and Norring, 1965) , D trisomy (Uchida, Patau, and Smith, 1962) , E trisomy (Gibson, Uchida, and Lewis, 1963) , and a diversity of congenital defects. Two (II. 5, II. 7) of our three cases of partial trisomy had a distally placed axial triradius. Distal axial triradii are seen in Down's syndrome (Beckman et al., 1965) , D and E trisomy (Uchida et al., 1962 ), Turner's syndrome (Holt and Lindsten, 1964) , and congenital heart disease (Sinchez Cascos, 1964 (Miller and Giroux, 1966) . A high frequency of whorls has been reported in Smith-Lemli-Opitz syndrome (Smith, Lemli, and Opitz, 1964) and Eq -syndrome (de Grouchy, 1965) . Seven or more arches are common in E trisomy (Gibson et al., 1963) . The case of partial monosomy has a proximal hallucal arch which occurs in I1% of the population (Walker, 1958 The proband showed persistently high levels of IgA in infancy which fell to the normal range by 9 months of age. IgG was low normal initially, but by 9 months was above the normal range. IgA level on tears in the proband at 18 months of age was zero. Immunoglobulin determinations of the trisomic state shows a high level of IgA. In the balanced state, the level falls in the high normal range.
Discussion
The proband, who is monosomic for approximately one-half of the long arms of chromosome 18, has many features in common with similar cases reported previously (Day et al., 1967; de Grouchy et al., 1964a, b; de Grouchy, 1965; Destine et al., 1967; Feingold and Schwartz, 1968; Feingold et al., 1969; Insley, 1967; Kushnick and Matsushita, 1968; Lejeune, 1967, 1968; Law and Masterson, 1966; Lindsjo and Hall, 1967; Lejeune et al., 1966b; Reinwein, Gorman, and Wolf, 1967; Rudd, May, and LaMarche, 1969; Schmid and Vischer, 1967; Stewart et al., 1968; Valdmanis et al., 1967; Wolf et al., 1967; Wertelecki, Schindler, and Gerald, 1966) . Table IV (Rudd et al., 1969) (Alberty et al., 1968; France and Butler, 1969; Freiman and Wilton, 1967; Gagnon et al., 1963; Valdmanis et al., 1967) ; in some cases to a D group (Brodie and Dallaire, 1962; Hecht et al., 1963) ; and in one case to an E group (Rohde, Lee, and Sapin, 1963 
